Introduction
Previous studies suggest that tumour necrosis factor (TNF) and interleukin-1 (IL-1) can stimulate muscle protein breakdown, [1] [2] [3] [4] although conflicting results have been reported. The mechanism by which TNF and IL-1 exert this metabolic effect is unknown. A direct effect on-protein metabolism could not be verified when IL-1 or TNF was added to incubated muscles. [5] [6] [7] [8] Because both cytokines can induce release of glucocorticoids 9-1 it has been suggested that the metabolic effects of these cytokines involve hormonal stimulation. 1 (Fig. 1) (Fig. 2 ). This increase in protein breakdown rates was completely blocked by RU 38486 (Fig. 2) .
Plasma corticosterone levels were increased 30 min after rIL-10 or rTNF0 administration and remained elevated for at least 4 h (Fig. 3) 27 suggesting that sepsis-induced muscle proteolysis is mediated both by glucocorticoid dependent and glucocorticoid independent pathways. From the results in the present study it may be speculated that during sepsis glucocorticoids mediate the effect of TNF, whereas IL-1 stimulates muscle proteolysis through a glucocorticoid independent pathway.
